SUMMARY A patient is reported with isolated pulmonary valvular regurgitation acquired probably as a result of endocarditis at age 22 years. The patient remained essentially asymptomatic with physical findings compatible with haemodynamically significant pulmonary regurgitation until death at age 85 years. A necropsy confirmed the presence of isolated severe pulmonary valvular destruction. This long-term follow-up lends further support to the concept that significant volume overload of the right ventricle from pulmonary regurgitation is well tolerated and usually does not require surgical intervention.
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Since isolated acquired pulmonary valvular regurgitation is an unusual lesion (Abbott, 1936) , the long-term consequences of the volume overload on the right ventricle are not well established in humans and the indications, if any, for surgical intervention remain unclear.
The following case report is a long-term followup of a case of isolated pulmonary regurgitation presumably occurring after bacterial endocarditis.
Case history
The patient was an 85-year-old white man. In 1912 he was admitted to hospital in Chicago, Illinois, with a prolonged febrile illness diagnosed as subacute bacterial endocarditis. After a prolonged stay in hospital and treatment of unknown type, he was discharged as cured, but was told that he had developed a heart murmur. He was advised to retire at the age of 22 years and to lead a quiet life; this he did. He was essentially asymptomatic from this point onward except for mild exertional dyspnoea.
In 1945, at age 54 years, he was first seen in Atlanta, Georgia, by the late Dr James Edgar Paullin. The cardiac physical findings described by Dr Paullin were as follows: ' radiographic heart size was at the upper limits of normal. In addition, there were some chronic pulmonary changes with hilar lymphadenopathy, scarring, and fluid on the right side. An echocardiogram showed a dilated right ventricular chamber with strikingly paradoxical septal motion. The degree of paradoxical septal motion was thought to result from the combined effects of right ventricular overload and left bundle-branch block. A pulmonary valve echo was not recorded.
At necropsy the heart weighed 425 g. The right ventricle was moderately dilated and hypertrophied (7 mm free wall thickness). The pulmonary valve was grossly deformed (Figure) . The left anterior leaflet was grossly intact and appeared normal apart from slight thickening. Half of the right anterior leaflet was absent, with a thickened residual leaflet partially attached to a muscle band below it. The posterior leaflet was absent except for a tiny rolled up raphe along the attachment to the valve ring. There was a small blind outpouching of the pulmonary ring area near the posterior leaflet which appeared to be a healed abscess. The surface of the deformed pulmonary valve was glistening and free of thrombotic material. The pulmonary artery was slightly dilated but otherwise normal. The rest of the heart including other valves was normal. Professor R. E. B. Hudson reviewed the heart and concluded that the lesion was in all probability caused by healed bacterial endocarditis.
Discussion
Presumably this patient had infective endocarditis involving his pulmonary valve in 1912 at the age of 22. A diastolic murmur compatible with pulmonary regurgitation was described in 1945 Previous reports of patients with congenital and acquired pulmonary regurgitation have shown that the haemodynamic effects are well tolerated as long as the pulmonary arterial pressure is low and there are no associated lesions (Price, 1961; Laneve et al., 1962; Holmes et al., 1968) . In experimental animals, removal of one of the three pulmonary leaflets produced no long-term haemodynamic effects, whereas removal of 2 of 3 leaflets or creation of a shunt lesion in addition produced congestive heart failure in some, but not all animals (Kay and Thomas, 1954; Fowler and Duchesne, 1958; Ellison et al., 1970 
